Regulation of arachidonic acid release and prostaglandin formation by cell-cell adhesive interactions in wound repair.
Foetal calf serum (FCS) and platelet-derived growth factor (PDGF) induced arachidonate release in subconfluent murine 3T6 fibroblast cultures. However, the magnitude of this effect decreased significantly as the cell culture became confluent. Wound-induced injury of the fibroblast monolayer initiated a repair process that was potentiated by FCS or PDGF and which restored the integrity of cell monolayer. Under these experimental conditions, FCS and PDGF induced phospholipase A2 activity and subsequent arachidonic acid mobilization and production of eicosanoids in wounded fibroblast cultures. Finally, it is demonstrated that prostanoids, specifically prostaglandin E2, play an important role in cell proliferation induced by FCS and PDGF during wound repair.